and condition no further investigations were performed to show whether this origi~ated f~om a secondary deposit or new bronchial pnmary tumour.
Discussion
A search of the literature failed to reveal any previously recorded example of strangulation of the small bowel within a prolapsed colostomy, although it is widely recognized that the small bowel will herniate into any space and may become trapped.
The recognized complications of colostomy may be divided into early and late and vary as to whether the colostomy is a loop or end type. The early complications relate either to the bowel viability (necrosis) and tension (retraction) or there may be a reactionary or secondary haemorrhage from divided vessels. Fistulae from supporting sutures occur and mechanical obstruction may be due to adhesion of small bowel to suture knots, edges of mesentery or other loops of small or large intestine. Herniation may occur into the lateral space (Gabriel & Lloyd Davis 1935) , through the pelvic floor or into the main or colostomy wounds. The bowel may be angulated at the peritoneal reflection if inadequately mobilized (Goligher et al. 1951) . The late complications include prolapse, paracolostomy hernia due to weakening of the abdominal wall or perforation of the bowel during enemata instillation. Stenosis of the stoma is now less common since the advent of immediate mucocutaneous suture (Kretschmer 1975) . Mechanical obstruction at this time is usually due to faeces, bands or adhesions or lateral space herniation, although recurrent or metachronous lesions must be considered.
Colostomy prolapse occurs more frequently with loop than with end colostomies, at a ratio of approximately 3 : I (Kretschmer 1975) . It is caused by an oversized opening in the abdominal wall, wound infection, insufficient fixation of the stoma or redundant colon. Sudden increases of intraabdominal pressure or a rigid appliance worn with a tight belt are also causes. In the case described, sufficient bowel had been preserved for a restorative procedure. This presumably only happens if the small bowel becomes adherent to the prolapsing colon or happens to find the entrance to the potential space. It is difficult to envisage how the small bowel can be prevented from entering the prolapse.
Organophosphate poisoning and complete heart block I
Departments of Cardiology and Cardiac Surgery North Staffordshire Hospital Centre Stoke on Trent ST4 6QG
The use of organophosphate insecticides in the United Kingdom is increasing and many agricultural workers are at risk from accidental poisoning. The features of acute poisoning are well recognized (Namba et al. 1971) . Although bradycardia is seen in acute poisoning, chronic heart block has not been described before. A case is now reported of complete heart block following exposure to an organophosphate insecticide. Implantation of a permanent pacemaker was followed by repeated problems with exit block.
Case report
. A 52-year-old dairy farmer was first seen in 1974 complaining of breathlessness, aching legs and weakness after using an organophosphate insecticide (Ruerene). Physical examination and ECG were normal and avoidance of the chemical led to a complete recovery. Re-exposure in 1975 produced a recurrence of his symptoms and thereafter he avoided the chemical completely. Eight weeks before admission in 1979 he accidentally touched an opened can of Ruerene (4 tert-butyl-z-chlorophenyl methyl methylphoramidate) and three days later he had his first blackout. In,the following few weeks he had many similar attacks, several of which were witnessed by his family and were typical Adams-Stokes attacks. He also complained of anorexia, abdominal cramps, profound weakness and severe dyspnoea on exertion. His admission was precipitated by another blackout which left him confused and disorientated. There was no history of angina and he had been quite well in the past. He was a nonsmoker. On admission his pulse was 25 beats per minute and his blood pressure 140/75 mmHg; the remainder of the examination was normal. The ECG showed complete heart block with broad QRS complexes which had a right bundle branch block pattern and a mean frontal QRS axis in the top right quadrant. Because of the history of exposure to organophosphate insecticide he was treated with intravenous atropine 2 mg and pralidoxime I g but without effect. Before temporary pacing he had a further Adams-Stokes attack and at the time his ECG showed ventricular tachycardia. After he recovered consciousness a temporary pacing electrode was inserted uneventfully.
Other investigations were as follows: chest xray normal; RA latex and autoantibody screen negative; ESR 2 mm/h ; viral complement fixation titres normal; Kveim test negative; serum cholinesterase 2.7 u/ml (normal 3-8).
After three weeks he was still in complete heart block with a ventricular rate of 25 per minute when the pacemaker was turned off. A permanent pacemaker (Medtronic Mirel) was inserted with an epicardial corkscrew electrode. After ten weeks he developed exit block and since then has had repeated problems with rising pacemaker thresholds; The electrode was changed to a transvenous endocardial one which has since been changed twice. On each occasion the threshold has risen from about 0.6 V to over 8 V for no apparent reason and the electrode has had to be repositioned or changed. He now has a high output pacemaker generator (Medtronic 5996) with a unipolar endocardial electrode.
Discussion
Organophosphates licensed for use as insecticides are generally of low toxicity to man and they are now widely used in place of DDT because they do not accumulate in human tissues. Despite this they are very toxic if absorbed. One study (Namba et al. 1971) showed that 83% of farmworkers had absorbed small amounts after using organophosphates without developing symptoms. It is likely that many people are subjected to repeated small doses without developing evidence of poisoning.
Chronic exposure to some organophosphates, including Ruerene, is known to cause a polyneuropathy (Namba et al. 1971 ). The mechanism is unknown; it is not due to the anticholinesterase action (serum cholinesterase is typically normal) but may be due to inhibition of other esterases. A similar mechanism may operate in this patient.
No other cause has been found for the development of complete heart block in this 0141-{)768/81 /090689-{)3/SO 1.00/0 patient. Ischaemic heart disease remains a possibility but as he had never had symptoms and had no risk factors it was felt that coronary angiography was not justified. The timing of exposure and the occurrence of symptoms of mild poisoning after each exposure make chronic organophosphate poisoning very likely. It is probable that he was in heart block for eight weeks and was having frequent episodes of ventricular tachycardia causing his blackouts. The repeated development of exit block is so far unexplained. No cause was found but it has recurred with each system implanted except the last one. The reason for development of exit block in general is not understood, but it is rare with endocardial electrodes. It is possible that the organophosphate exposure played some part in this case, especially as the problem was recurrent. Primary pulmonary hypertension (PPH) was first described by Wood (1950) . Subsequently, the association of pulmonary hypertension with cirrhosis of the liver and portal hypertension was reported (Segel et al. 1968 , Naye 1960 , Kerbel 1962 . Raynaud's phenomenon is commonly found in patients who have PPH (Winters et al. 1964) . Primary acrocyanosis is a variant of Raynaud's disease in which the spasm of the digital arterioles is accompanied by dilatation of the venules (BirnstingI1979). This report concerns a patient with pulmonary hypertension, cirrhosis of the liver and primary acrocyanosis. The association of these three conditions has not been reported previously.
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